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LETTERS TO THE EDITORS 
Regarding "Detection of  active cytomegalovirus 
infection in inf lammatory aortic aneurysms with 
RNA polymerase chain reaction" 
To the Editors: 
Human herpes viruses have previously been linked 
with atherosclerotic alterations by many investigators,I, 2 
and according to recent reports the viruses also may play 
a role in other aortic diseases. In particular, replicating 
cytomegalovirus (CMV) infections are connected with the 
formation of inflammatory aneurysms, and, to some 
extent, the infections also are thought o be present in ath- 
erosclerotic aneurysms. Tanaka et al. (1994;20:235-43) 
showed by means of the DNA polymerase chain reaction 
that cytomegalovirus was present in 65% of atherosclerot- 
ic abdominal aortic aneurysms (AAAs), but the RNA poly- 
merase chain reaction detected the cytomegaloviral tran- 
script only in 71% of the inflammatory aneurysms. The 
connection of cytomegaloviral infection with pathogenici- 
ty of AAA may be explained by the fact that the infection 
could promote the release of cellular plasminogen activa- 
tor 3 that then may stimulate the production of plasmin, 
which in turn is known to have protease-activating prop- 
erties. 
We studied CMV in the aneurysm walls of 12 consec- 
utive patients, nine men and three women (mean age, 68 
years; range, 59 to 79 years), who were undergoing elec- 
tive repair of asymptomatic infrarenal AAA. We combined 
transmission electron microscopy (TEM) with a new sen- 
sitive immunohistochemical staining. All of the aneurysms 
were noninflammatory and fusiform. Aneurysm specimens 
were compared with specimens from five patients, four 
men and one woman (mean age, 51 years; range, 40 to 60 
years), who suffered from aortoiliac occlusive disease 
(AOD) and with two control specimens that were 
obtained at autopsy within 24 hours of death at ages 61 
years and 16 years. Despite the age discrepancy, the demo- 
graphic data revealed no significant differences between 
the AAA and AOD groups. 
Immunohistochemical stainings of the formalin-fixed, 
paraffin-embedded tissues were performed by the avidin- 
biotin-peroxidase method with the Vectastain ABC kit 
(Vector Laboratories, Burlingame, Calif.) and with mono- 
clonal mouse anticytomegalovirus (Dako, Copenhagen, 
Denmark; dilution, 1:25) as the primary antibody. 
Sections of a transbronchial biopsy were obtained from a 
patient with CMV pneumonia who underwent lung trans- 
plant. The sections contained many infected cells that 
showed immunohistochemical positivity for CMV antigen 
and were used as a positive control for immunostaining. 
Numerous thin sections of tissue samples that were 
fixed in a glutaraldehyde-formaldehyde mixture were 
stained with 0.01% aqueous tannic acid (Mallinckrodt) for 
5 minutes and then with uranyl acetate and lead citrate 
and were examined with a Philips 410 LS TEM. The 
cytomegalovirus immunostainings of the normal aortic 
wall and of all of the AAA and AOD samples remained 
negative, and no CMV particles could be seen in the aor- 
tic specimens by TEM. 
The results suggest hat the human cytomegalovirus 
has no distinct role in the pathogenicity of atherosclerotic 
AAAs. Previous findings that state that CMV nucleic acid 
sequences are very common in arteriosclerotic arterial 
walls have suggested that a periodically-activated latent 
infection is present in patients with atherosclerosis. 4 
Therefore if the viral genome is found in aortic cells but 
not in the infectious virus, the aorta itself may be the site 
of CMV latency. All in all, CMV seems to have no specif- 
ic role in AAA disease, but it may have some suggestive 
role in universal arteriosclerosis. On the other hand, the 
CMV genome also can be found in normal vascular tis- 
sue. 5 
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reply 
To the Editors: 
In general, expression of viral genes of Herpesviridae 
that include cytomegalovirus are regulated as a cascade on 
the basis of their kinetics for synthesis. Compared with 
productive infection that represents vital particles, viral 
transcription and translation in the phase of latent infec- 
tion are completely restricted in the host cells. 1 
Polymerase chain reactions for the viral genomes have 
indicated the latent infection in cytomegalovirus in the 
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